Specific bacterial antigen is present in the body fluids of patients infected with HIb and is detectable by simple, rapid techniques such as latex agglutination or counter immunoelectrophoresis (CIEP) (Newman et al., 1970; Ingram et al., 1972; Whittle et al., 1974) . In infants, urine is much easier to obtain than blood or cerebrospinal fluid, and antigenuria is prolonged during the course of the disease (Kaldor et al., 1977) . We therefore present an account of the detection, by latex agglutination, of HIb antigen in the urine of a series of patients admitted recently to Fairfield Hospital.
Material and methods
Two hundred and twenty-eight specimens of urine (Kaldor et al., 1977) .
Briefly, for sensitising latex, commercially available H. influenzae type b antiseruml was used. Antibodycontaining globulins were first precipitated with halfsaturated ammonium sulphate. After suspension in glycine-buffered saline, they were dialysed against the saline buffer for removal of residual ammonium sulphate and then reacted with pooled, polymerised, human plasma to absorb possible non-specific antibodies to human plasma proteins. The end-titre of slide agglutination for the globulins was then obtained using doubling dilutions in glycine-buffered saline against appropriate bacterial suspension. Three of the five children with antigenuria and negative bacterial isolations were suffering from epiglottitis, and the fourth and fifth from otitis media and from previously treated purulent meningitis respectively. The two children in whom we failed to confirm HIb infection by either culture or latex agglutination techniques included a patient suffering from bacterial meningitis, whose CSF revealed Gram-negative rods in direct smear, and a child suffering from septic arthritis.
Urinary excretion of HIb antigen was followed in 15 patients, 12 with meningitis and three with epiglottitis, until urinary specimens became negative even after a 25-fold concentration. The findings for these patients are presented in the Figure. In the 15 patients bacterial antigen was detected in unconcentrated urine for as long as 16 days with a mean of nine days after admission. Concentration of urine increased these times to 18 and 10 days respectively. Only two of the initial urine specimens in this series required concentration to demonstrate a positive latex agglutination, and one of these became positive in the unconcentrated urine on the second day after admission to hospital. As seen from Table  2 and the Figure, the antigen titre often rises on the second day after admission. The height of the titre in urine seems to correlate with the height of the antigen titre found in the primary site of infection (for example, CSF or blood), and the highest we recorded in urine was 300.
As shown in Table 3 , all patients suffering from bacterial meningitis had urinary antigen titres lower than in blood or CSF; in contrast, all children with epiglottitis showed a higher urinary HIb antigen titre than that found in blood.
The three culture-positive patients, in whom the presence of antigen in urine could not be demon-J. Kaldor, R. Asznowicz, and B. Dwyer Figure Duration of antigenuria in 15 patients with HIb infections (12 with meningitis, 3 with epiglottitis). In patients WG and GE, admission specimens were found to be positive only after concentration: ----mean duration of antigenuria in 15 patients. Antigen titres for serum and CSF are those found on admission. 
Discussion
Our study shows that the detection of Hib antigen in urine by the sensitised latex method parallels the isolation of H. influenza from blood and cerebrospinal fluid. In our hands, the test is sensitive and was free of any false-positive results and, in addition to detecting antigenuria in 20 out of 23 patients in whom the disease was confirmed bacteriologically, it demonstrated the presence of antigen in the urine of another five patients with suspected HIb infections. Not one of the 62 patients without HIb infections had detectable antigenuria.
To date, most reports on bacterial antigen detection in urine have described counter immunoelectrophoresis and emphasised the need to concentrate the specimens (Shackelford et al., 1974; Feigin et al., 1976) . Coonrod (1977) concluded that, as a result of its small molecular size, the capsular antigen of HIb in urine is more difficult to detect by CIEP than is the antigen in CSF or serum. It has been shown by Whittle et aL (1974 ), Kaldor et al. (1977 , and Suksanong and Dajani (1977) that sensitised particle agglutination technique is more sensitive than CIEP in the detection of Hib antigen; hence the use of the latex agglutination procedure only occasionally necessitates concentration of urine specimens in the early stages of disease. After the start of antibiotic therapy antigen titres rose above the initial titre and then declined during convalescence in five of nine children who had consecutive daily specimens from the date of admission. Shackelford et al. (1974) reported similar findings in their examination of sera from treated patients. In spite of the marked variation in antigen titre and of the duration of antigenuria, we did not observe the reported relationship between the titre of antigen and a the severity of disease (Lancet, 1976 
